Dr. Zamani pointed out the role of the whole bowel irrigation (WBI) with polyethylene glycol as an appropriate adjunctive option of gastrointestinal decontamination in severe botulism poisoning. Secondly, the author underline the early administration of trivalent antitoxin as soon as clinical suspicion of botulism poisoning is made.^[@ref1]^ However in the case described there are some considerations that need to be evaluated.^[@ref2]^ First of all, regarding the gastrointestinal decontamination in severe botulism poisoned patient, all procedures aimed to remove spores and toxin from the gut should be applied. In details when post-pyloric decontamination with cathartic agents must be performed, sorbitol should be preferable than magnesium salts because the latter may exacerbate neuromuscular blockade.^[@ref3]^ WBI may have a theoretical role in decontamination and it could be evaluated in severe poisoning.^[@ref3]^ However, these procedures may be difficult and their efficacy may be reduced in the presence of drug- or toxin-induced ileus.^[@ref4]^ In some cases prostigmine, which inhibits the enzymatic degradation of acetylcholine, appears to be useful in reversing ileus.^[@ref5]^ In our case, the prolonged absence of peristalsis and the gastric stasis made cathartic agents administration difficult; in fact gastrointestinal decontamination with nasogastric tube, activated charcoal oral administration and intravenous prostigmine were performed to reduce the toxin absorption and to promote the gut peristalsis. About the timing of antidote administration, it should keep in mind that the aim of the antitoxin therapy consists in neutralizing the circulating toxin molecules still unbound to the nerve endings: this mechanism of action limits the involvement of new nerve endings, but cannot reverse the paralysis nor neutralize the toxins already bound to the nerve receptors.^[@ref4]^ The clinical picture of our baby was severe still at admission (severe respiratory failure with hypoxemia and metabolic acidosis) and rapidly worsening consistent with the ingestion of a large dose of type A toxin, the most potent type of botulinum neurotoxins. In our case, trivalent antitoxin was administered about 10 hours after laboratory confirmation. Little age of the infant, the insidious onset of clinical manifestation, the rapid worsening of respiratory and neurological features and initial lack of specific history for a food source at hospital admission made the diagnostic suspicion difficult and delayed by differential diagnosis procedures (*e.g.*chest X-ray, electroencephalogram, cranial-computed tomography and magnetic resonance imaging scan, cerebrospinal analysis). Moreover when foodborne botulism was suspected, the antidote was immediately requested and obtained from the Health Ministry Stockpile after the laboratory confirmation was obtained. As Dr. Zamani correctly observed, an immediate antitoxin administration should be evaluated both in symptomatic patients and asymptomatic individuals recently exposed to a presumptive food source.^[@ref1]^ In fact, the antitoxin should be administered also before the laboratory results, immediately as soon as clinical suspicion of botulism poisoning is suspected.^[@ref4]^ In our case: i) a positive history for food consumption was not promptly reported on hospital admission, ii) the clinical suspicion for botulism poisoning was difficult and unfortunately hypothesized late and iii) antitoxin research was performed only after laboratory confirmation: these aspects made the diagnosis and the treatment of this case of severe foodborne botulism complicated and not as timely and prompt as theoretically desired.
